Zonal necrosis of chondrocytes is a characteristic feature of Kashin-Beck disease. Inferences about chondronecrosis in several spontaneous and experimental arthropathies of other species may be relevant to the cause of Kashin-Beck disease and conceivably, too, banal osteoarthritis in man.
Although it is not commonly recognised as a category of the general disease of joints, selective necrosis of articular and growth plate cartilages occurs with a distinct prevalance in humans and several animal species. In man the prototype is Kashin-Beck disease. Chondronecrosis in other human disorders occurs in more complex circumstances. 'Laminar chondritis' or, as it is now known, idiopathic chondrolysis, was originally described as a necrosis of articular cartilage in young children. Cell death is, however, not the definitive event.1 Necrosis of cartilages is a feature of inherited adenosine deaminase deficiency. Affected infants die long before locomotor disabilities are manifest.2 Death of chondrocytes is also the rule in ochronotic cartilage.
The animal lesions, spontaneous and experimental, have no defined human analogues. Nevertheless Angiographic studies have disclosed poor perfusion of minute subchondral vessels near to osteochondrotic foci in swine.' Inasmuch as chondrocytes are the source of antiangiogenesis factor we do not yet know whether the microcirculatory changes are the cause or the result of the cell damage.
The cardinal feature of avian osteochondrosis, tibial dyschondroplasia, is failure of the provisional metaphysial cartilage to become calcified in preparation for replacement by bone. 12 Unlike the mammalian counterpart, necrosis of chondrocytes is not seen. Tibial dyschondroplasia has several causes,'3 but of particular interest for present purposes is a water soluble product of Fusarium roseum granulearum, fusarochromanone. Ingestion of this toxin or large amounts of the mould by baby chicks rapidly results in tibial dyschondroplasia. 2 Fusarochromanone has little cytotoxic effect on rabbit articular chondrocytes in monolayer culture. ' 
